In 1965 Hakim and Adams (also Adams et al., 1965) called attention to the surgically treatable nature of the syndrome of symptomatic hydrocephalus with normal cerebrospinal fluid (CSF) pressure. This type of acquired hydrocephalus, usually of the communicating type, has been documented in association with a variety of aetiologies (Messert et al., 1966; Wilkinson et al., 1966; Ojemann et al., 1969) , but the majority of cases are encountered after subarachnoid haemorrhage (SAH). The resulting hydrocephalus usually causes a more or less uniform clinical syndrome characterized chiefly by the progressive evolution of akinetic dementia (Messert et al., 1966 ).
An excess of CSF accumulates after subarachnoid haemorrhage chiefly because of an obstruction by erythrocytes of the absorptive pathways, especially the arachnoid villi (Shabo and Maxwell, 1968b; Ellington and Margolis, 1969) . CSF enters the villi from the subarachnoid space and passes through the membrane (Shabo and Maxwell, 1968a) or through a labyrinth of tubular channels within the villus (Welch and Friedman, 1960) into the blood stream. Erythrocytes contained in the CSF block the absorptive surface or channels of the villi mechanically (Ellington and Margolis, 1969) and by initiating a leucocytic or phagocytic inflammatory response (Shabo and Maxwell, 1968b; Alksne and Lovings, 1972) .
The present study was designed to explore the possibility of preventing the evolution of significant hydrocephalus after SAH Twelve rabbits died of anaesthetic complications before, during, or immediately after surgery. Their brains were examined as normal anatomical controls. Fifty-one animals were used in a preliminary study to determine the optimum dose of intraventricular blood necessary to produce hydrocephalus, while still being compatible with a reasonable two week survival. Twelve of these rabbits plus an additional 72 rabbits constituted the main study group. Within the main study group 39 animals served as '.operative' and 'therapy' controls, receiving (Galera et al., 1970; Krayenbuhl et al., 1972) . In these rabbit experiments the incidence of hydrocephalus was 830% in the untreated group. This suggests that with repeated SAH the incidence of hydrocephalus increases. The exact pathophysiological mechanism involved in this chronic and dementing form of hydrocephalus (often with 'low' CSF pressure) is unclear. Hakim and Adams (1965) formulated a 'hydraulic press' hypothesis emphasizing the increased force exerted by a constant pressure over a larger area-the walls ofa dilated ventricular system. Geschwind (1968) rejected this hypothesis as being oversimplified, and stressed a need for consideration of the structural properties of the ventricular walls since, pathologically, dilatation of the ventricles is accompanied by a loss or compression of periventricular white matter (Yakovlev, 1947) . Others have speculated on the increased absorptive surface area of dilated ventricles, allowing a return to normal CSF pressure as long as the ventricular surface area remains expanded. Presumably the accumulation of an excess of CSF initiates the pathological process, with acute distention of the cerebral ventricles. Once so disturbed, it seems then to be possible for a lower-or normal-CSF pressure to maintain this abnormal state.
Clotted blood, or red blood cells and cellular debris, in the basal cisterns or at the arachnoid villi obstructs these channels of CSF resorption and results in excessive accumulation of CSF after SAH, leading to the development of hydrocephalus. It is frequently observed clinically that blood in the CSF elicits a polymorphonuclear inflammatory response in the CSF, meningism, and fever. A focal inflammatory response to SAH has also been documented in the arachnoid villi (Shabo and Maxwell, 1969; Alksne and Lovings, 1972) . It has been suggested that this inflammatory response to the presence of blood in CSF also may be an important part of the mechanism of obstruction in the acute phase of post-SAH hydrocephalus. Fibrous adhesions causing permanent obstruction develop late in the subarachnoid space, with significant scar production requiring more than four weeks to develop (Schemm et al., 1968 (Smith and Ross, 1959; Sehgal et al., 1962; Mack, 1964; Kulick, 1965 The effectiveness of adrenocorticosteroids in lessening the incidence of significant hydrocephalus after subarachnoid haemorrhage in this study relates presumably to their known antiinflammatory effect. Their possible effect on long-term evolution of fibrous scarring of subarachnoid pathways or arachnoid villi remains conjectural (and will form the basis for continued studies). Clinically significant post-SAH hydrocephalus in humans seems to evolve only after an initial episode of acute ventricular dilatation of limited duration, presumably due to both the mechanical and the inflammatory effects of subarachnoid blood. If this acute phase can be eliminated or modified by adrenocorticosteroids, it seems reasonable to hope that a reduction in long-term, clinically significant post-SAH hydrocephalus with akinetic dementia may also be realized.
